has been found with the needle to use the needle as a director and follow it down till the pus is reached, and, as most exploratory punctures are made in the left axillary line or thereabouts, the incision is made here too.
Dr. D. B. LEES: When I was asked to take part in this discussion on the subject of " pericarditis with effusion as determined by operation or post-mortem examination," I declined the invitation, because the great majority of my cases of pericarditis have not ended in an autopsy, and because my experience of operation in cases of pericardial effusion has been small. But I was informed by my friend Dr. Voelcker that it was not intended to limit the subject so narrowly, and that it was desired to collect experience on points of diagnosis, prognosis, and treatment. To promote discussion and to save time it will be best for me to pass over the points in which I agree with Dr. West's observations, and to speak only on the points on which my experience seems to have been different from his. I hope that Dr. West will feel that where I differ from him it is not in any spirit of captious criticism, but in furtherance of what I am sure is his desire also-that the subject may be thoroughly discussed, and that the truth may be ascertained with reference to a difficult and important clinical question.
First, I would venture to ask how the statement that " the discussion is limited to cases in which the diagnosis is open to no question" is to be reconciled with the statement that " the diagnosis from dilated heart is often difficult" ? I agree with the second statement, but its truth seems to make the limitation proposed in the first statement quite impossible.
Next, I object to the assertion that the dilatation of heart which accompanies rheumatic pericarditis is " due to direct extension of inflammation to the myocardium." No doubt such extension exists to a greater or less extent, but if it is the cause of the dilatation, how is it that while cardiac dilatation is a marked feature of the pericarditis of rheumatism, it is very slight or absent in suppurative and in tuberculous pericarditis ? And how are we to explain its existence in rheumatic cases, often to a considerable amount, without any pericarditis at all? Twelve years ago-in 1898-in a paper read before the old Society,' I pointed out that dilatation of the left ventricle is " a frequent, almost a constant, occurrence in a rheumatic attack," and I submitted a series of cardiac tracings taken by myself in proof. The paper was followed by a second paper, by myself and Dr. Poynton, in which a further series of tracings, taken by him, from the hearts of children, showed that the statement is true for children as well as for adults. Subsequent experience has led me to be sure that more or less acute dilatation of the left ventricle invariably occurs in acute or subacute rheumatism. It may be very considerable even when there is no pericarditis and little or no endocarditis. In rheumatic pericarditis it is always present in marked degree, and is the chief cause of the great enlargement of the cardiac dullness. The amount of fluid in the perncardium in rheumatic pericarditis is usually much less than is generally assumed; it may even be absent altogether, though the precordial dullness is large. In an analysis of the post-mortem records of 150 cases of rheumatic heart-disease in children, the great majority of which showed the existence of past or present pericarditis, Dr. Poynton found that in only 12 out of these 150 cases of fatal rheumatic fever was there more than 2 oz. of fluid in the pericardial cavity, and in only 6 cases more than 3 oz. On the other hand, hypertrophy of the heart was noticed in 58 cases, and dilatation was specially mentioned in as many as 92, and in 56 of these it was evidently a striking feature. It is clear, therefore, that the cardiac dilatation which accompanies rheumatic pericarditis is mainly the result, not of the pericarditis itself, but of the morbid condition which is causing the pericarditis. The facts just stated make it clear that experimental injection of fluid into the pericardium of the cadaver can throw no light whatever on the physical signs of rheumatic pericarditis. Such injections were first undertaken on the assumption that the increased prsecordial dullness was caused merely by fluid in the pericardial cavity. Now that we know that the dullness is mainly due to dilated heart, we see that such experimental injections are entirely misleading.
Next, I must protest against the statement that the " most characteristic sign of pericardial effusion is the extension of dullness beyond the apex-beat." On careful percussion even of a normal heart it may easily be discovered that the dullness always extends a little way beyond the position of the cardiac impulse. In a dilated heart, as in the case of subacute rheumatism without any pericarditis, the dullness may extend from 11 in. to 2 in. beyond the position of the impulse. No doubt a considerable extension of the dullness beyond the impulse may in some cases be due to the presence of fluid in the pericardium, but it may be due merely to cardiac dilatation, and therefore it is not even a reliable sign of effusion. And here I would point out that, though in the paper the effusion of rheumatic pericarditis is described as "serous," it is in reality sero-fibrinous, and often almost wholly fibrinous with very little serum.
With regard to the treatment of rheumatic pericarditis, I very strongly urge that by far the best local treatment is the persistent application of an ice-bag, while the feet and legs are kept warm by hotwater bottles. If there is much distension of the right heart, as revealed by careful percussion in the fourth and third right intercostal spaces, this should be preceded by the application of leeches between the right nipple and the costal margin, or by a small venesection. A patient suffering from rheumatic pericarditis under my care while Dr. Willcox was my house-physician was bled by Dr. Willcox. Great relief followed, and the use of ice and of salicylate completed the cure. Seven years afterwards he wrote to Dr. Willcox to say that he was still quite well, that he had not missed a day's work since his illness, and that he ascribed his recovery to the venesection.
As to treatment by drugs, my experience has convinced me of the pernicious error of the traditional teaching that sodium salicylate is a cardiac depressant, and therefore to be avoided in pericarditis. On the contrary, a rheumatic pericarditis is one of the most malignant forms of rheumatism, and requires the use of sodium salicylate in large and increasing doses. This is made possible by the addition of twice as much bicarbonate to each dose. In a paper on " The Effective Treatment of Acute and Subacute Rheumatism" which I read before the Therapeutical Section in December, 1908,1 I related the case of a boy suffering from rheumatic pericarditis, endocarditis, cardiac dilatation, and an enormous crop of large and small rheumatic nodules, cured by salicylate with bicarbonate, the doses being quickly increased from 100 gr. and 200 gr. daily to a maximum of 600 gr. and 1,200 gr. daily. For six days a week for three weeks the remedies were continued at the rate of 500 gr. and 1,000 gr. daily, then gradually reduced. The pericarditis soon disappeared, the cardiac dilatation diminished, every one of his more than 200 nodules vanished, and only a short presystolic and a short systolic apex-murmur remained. I believe that the present ineffective treatment of rheumatic pericarditis is nothing less than a disaster to the patient, and often is the cause of death or of permanent cardiac crippling.
Paracentesis is, I believe, never necessary in cases of rheumatic pericarditis, if treated as I have described. In twenty years' experience at St. Mary's Hospital and fifteen at the Hospital for Sick Children, with constant charge of sixty beds, I have never had recourse I Proceedings, 1909, ii (Therap. Sect.), p. 34. to operative treatment for this condition. Not only is it unnecessary, but it would be extremely dangerous, on account of the great risk of injuring the dilated heart. More than one instance has occurred in which the ventricle has been wounded, sometimes with a fatal result.
The diagnosis and treatment of suppurative pericarditis are much more difficult than in rheumatic pericarditis, and the prognosis is almost hopeless. Not quite hopeless, for occasionally a patient recovers from what is diagnosed as suppurative pericarditis; occasionally a patient with large suppurative effusion is saved by operation; and occasionally one finds in an autopsy a heart encased in a rigid calcareous pericardium, which is probably the final result of a former suppurative pericarditis. I must dissent from the statement that suppurative pericarditis " after pneumonia " is " easy to recognize by physical signs." It may be easy if a large amount of pus is present, but the effusion is often scanty and loculated, and there is then no more difficult problem in physical diagnosis. The difficulty is caused by the fact that the two most marked features of rheumatic pericarditis are absent in suppurative pericarditis. There is little or no cardiac dilatation, and there is a marked absence of friction-sound. I desire to draw special attention to this second fact, because Dr. West does not mention it, and it seems to me of special importance. I have never yet heard a rub in a case of pericarditis which was of suppurative nature. Others may perhaps have had a different experience, but, personally, I have never met with it, though I have been on the look-out for it for twenty years. I am sure that it must be extremely rare, and the fact is of great importance in diagnosis. Some months ago I saw in consultation a man suffering from mitral stenosis and regurgitation, with an enlarged liver and much ascites, who had recently had an attack of pericarditis with marked friction. A very eminent physician had diagnosed this as pneumococcal pericarditis, apparently because there were no joint-pains, and because the pneumococcus and the influenza-bacillus were detected in the sputum, in spite of the fact that one feature of the illness was the existence of frequent profuse acid sweats, and in spite of the history of a severe attack of rheumatic fever twenty-one years before. The recovery of the patient, after the use of tapping, leeches, and hypodermic strychnine, gave the final proof that the former pericarditis had not been suppurative. When I examined this patient the friction had subsided, and the only evidence of his attack of pericarditis consisted in the extension upwards and outwards of the upper limit of -the cardiac dullness in the second left intercostal space-a most valuable sign of an early or limited effusion into the pericardial sac around the great vessels; a sign for which we are indebted to the late Dr. Sansom.
The diagnosis of the presence of suppurative pericarditis in a case of pneumonia-especially in pneumonia of the left lung, which may make it impossible to define accurately the cardiac dullness-may be extremely difficult. It has seemed to me that an indication which is always to be looked for is enfeeblement and great frequency of the pulse. Yet even this is fallacious, for I have seen adult patients recover from pneumonia, in which the pulse-rate reached 140.
Dr. WILLIAM EWART regretted that he could not on all points agree with Dr. West. The address itself was a powerful argument in favour of the necessity for diagnosis, for accuracy in diagnosis, and for success in diagnosis; yet the opener did not appear to be a strong believer in their attainment. This might be a sufficient excuse for the criticism of one who stood as a champion for the capabilities of the methods of diagnosis which we possess, and for the hopefulness which lies in their due performance. For the sake of clearness, as there seemed to have been some confusion in reports and quotations from his writings on the subject, he had brought two diagrams-(exhibited), so that Fellows might have the information first-hand. In pericardial effusion there were two distinctive percussion signs-one anterior, the other posterior-and, in addition, there were numerous confilfmatory signs. These were of value, as it was not possible to foretell that the pericardium in which an effusion took place might not have been of abnormal construction or influenced by unsuspected complications within the chest. This uncertainty might explain the failures in diagnosis to which every physician had to own. If, for instance, there should have been an obliteration of part of the pericardialPsac, it was idle to expect that the case could give the normal typical physical signs of fluid effusion. In reality no sign can be said to be infal7ible, not even those to be described as "distinctive." It was well there were both a posterior and an anterior sign, because one of them could be used with advantage to check the other. He might be allowed to put in incidentally two disclaimers. One was with regard to Dr. Rotch's sign. Soon before he himself had contributed his observations on pericardial diagnosis, Dr. Rotch had described the valuable sign in question known as " Rotch's sign." To refer to it as " Rotch's angle " was, he ventured to think, to invite further confusion, and therefore undesirable for reasons which he would explain. The sign described by Rotch was the occurrence of dullness at the, right
